Spontaneous intrapleural rupture of mediastinal teratoma Ashour M, Hawass El-Din, Adam KAR, Joharjy I. Respir Med 1993; 87: 69–72 by Goldstraw, P.
Letters 399 
likely to make it infinitely safer than INH chemo- 
prophylaxis, and, dare we suggest it, infinitely more 
successful. 
J. L. STANFORD*, C. A. STANFORD*, 
G. A. W. ROOK*, J. W. CARSWELL*, 
J. M. GRANGE? AND A. POZNIAK~ 
*Department of Medical Microbiology 
University College London Medical School 
67-73 Riding House Street 
London WIP 7LD 
TDepartment of Microbiology 
Royal Brompton Hospital 
Sydney Street 
London S W3 6NP 
SDepartment of Genito-Urinary Medicine 
King’s College Hospital Medical School 
Denmark Hill 
London, U.K. 
15 March 1993 
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Dear Editor 
Lung cancer in young patients of South India 
The article by Capewell et al. (1) prompts me to 
share our experience and compare the results of 
bronchogenic carcinoma in the young (2) from a rural 
tertiary care teaching hospital of South India. Both the 
articles being contemporary, I would like to highlight 
the similarities and dissimilarities in findings of both 
the studies. In our study, we have arbitrarily taken the 
age of 40 years as the cut off year as have previous 
authors (3-5), and found the incidence to be as high as 
10.8% (2) i.e. 50 cases out of total 539 lung cancer 
patients studied between January 1987 to December 
1989. It is to be emphasized that, unlike in Scotland 
where lung cancer is the most common cancer among 
men and women, in India cancer of the oropharyngeal 
region, and cancer of the cervix are the commonest 
ones among men and women, respectively (6). The 
probable high incidence of lung cancer in young 
Indians may be partly explained on the basis of low life 
expectancy and high smoking habit, particularly bidis 
(rolled tendu leaves with tobacco) and cigarettes with- 
out filters. However, in contrast to the Scottish study, 
we found small cell cancer of the lung to be 24% (vs. 
34%) squamous cell carcinoma 24% (vs. 23%) and 
adenocarcinoma 10% (vs. 20%). The remaining 
patients were histopathologically either anaplastic or 
poorly differentiated type. 
The high incidence of small cell cancer of lung in the 
young, in two ethnically different population cor- 
roborates the facts of genetic predisposition and rapid 
growth rate in this particular type of lung cancer, as 
quoted by the authors. Since the majority of the 
patients had presented with pleural effusion or pneu- 
monia (stage III) prognosis was poor and no different 
from older patients with this disease. 
R. C. SAHOO 
Dr T.M.A. Pai Rotary Hospital 
(A unit of Kasturba Medical College Trust) 
Bejai, Mangalore 575 004 
Karnataka, South India 
2 March 1993 
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Dear Editor 
Spontaneous intrapleural rupture of mediastinal 
teratoma ~ Ashour M, Hawass El-Din, Adam KAR, 
Joharjy I. Respir Med 1993; 87: 69-72 
These authors present an interesting complication 
of a benign mediastinal germ cell tumour. Whilst the 
X-ray certainly indicates an effusion, a cynic must ask 
whether rupture was indeed spontaneous. Looking at 
the subsequent CT scan it would have been extremely 
difficult to avoid intubating the cyst and this would 
account for all the biochemical findings at surgery. 
It is not uncommon to find an effusion in relation- 
ship to such a cyst but in my experience this is not 
related to rupture but caused by the intense inflam- 
matory reaction which surrounds such cysts and which 
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was found in this case. Perhaps the authors could 
clarify the findings at surgery to substantiate their 
claim that this rupture was indeed spontaneous. 
P. GOLDSTRAW 
Royal Brompton National Heart and Lung Hospital 
Sydney Street 
London S W3 6NP, CT. K. 
25 January 1993 
Reply to the letter from Mr Goldstraw 
We appreciate very much Mr Goldstraw’s remarks 
on our case report ‘Spontaneous Intrapleural Rupture 
of Mediastinal Teratoma’. We also note with interest 
his similar experience as regard to the presence of the 
intense inflammatory reaction which surrounds such 
tumours. 
A massive mediastinal teratoma as in the reported 
case, must have been slowly growing over many years, 
yet, as appeared from history, there was nothing to 
suggest that respiratory distress had happened in the 
past. Suddenly, the patient presented with acute respir- 
atory distress, severe left-sided chest pain and pyrexia. 
This dramatic presentation cannot be explained by the 
massive tumuour size, as this has been the case over 
many years. The development of sympathetic pleural 
effusion is not likely to take place over short period 
to cause respiratory distress. Moreover, sympathetic 
pleural effusion is not known for causing severe chest 
pain. There was no productive cough and culturing of 
the pleural fluid showed no organisms. So, the high 
fever in our patient cannot be explained on the basis of 
pulmonary sepsis or the presumed sympathetic pleural 
effusion. If chest aspiration or intubation was the 
cause for the tumour rupture, how can we explain the 
deterioration in patient condition prior to admission. 
Something else must have happened to explain this 
dramatic presentation. We believe that the tumour had 
ruptured spontaneously (before admission) and this 
event was the cause for her respiratory disease, chest 
pain and fever. 
During surgery, the tumour was found to be partly 
multicystic and partly solid. It was densely adherent to 
chest wall anteriorly, pericardium diaphragm and the 
collapsed lung. Tumour contents (not pleural effusion) 
was found to fill what remain of the pleural cavity. 
With a massive tumour and difficult dissection at 
hand, the site of the presumed spontaneous rupture of 
the tumour was not obvious. 
M. ASHOUR 
College of Medicine and 
King Khalid University Hospital 
Saudi Arabia 
24 February 1993 
Dear Editor 
Pneumothorax in patients with AIDS 
We read with interest the report by Coker et al. of 
pneumothorax in ten patients with AIDS (1). We 
would like to present a similar case recently under our 
care in which post-mortem examination of the lungs 
was possible. 
A 30-year-old homosexual male presented with 
thrombocytopenia in October 1988. HIV testing was 
positive. In November 1988 he had Pneumocystis 
carinii pneumonia (PCP) (induced sputum positive) 
successfully treated with high dose co-trimoxazole. 
His chest X-ray was normal after recovery. He 
subsequently took Dapsone 50 mg twice weekly as 
prophylaxis against PCP, plus AZT 250 mg daily and 
Fluconazole for recurrent candidal infection. 
He was admitted in December 1991 with a 4-day 
history of breathlessness, unproductive cough, sweats 
and pleuritic left chest pain. Physical examination 
revealed pyrexia of 38°C oral candidiasis, and dimin- 
ished air entry at both bases. Oxygen saturation was 
97% with no desaturation on exercise. Chest X-ray 
showed thin walled cavities at both apices and in 
the right lower zone. There was a 25-50% right 
pneumothorax and a 10% left pneumothorax. 
An intercostal drain was inserted on the right with 
symptomatic improvement. Bronchoscopy and lavage 
of the left upper lobe produced only a few Gram- 
positive cocci on staining, culture of lavage fluid was 
negative. No P. carinii was detected and no myco- 
bacteria shown on Ziehl-Neilsen stain or subsequent 
culture. He initially improved with intravenous 
flucloxacillin. The right lung did not fully re-expand 
despite re-positioning of the intercostal drain. Fifteen 
days after admission be became pyrexial and antibiotic 
therapy was altered. His pyrexia persisted and anti- 
tuberculous chemotherapy was added on the 18th day 
of admission. The following day he became shocked 
and breathless with a tension pneumothorax on the 
left side requiring urgent insertion of an intercostal 
drain. Repeat bronchoscopy and lavage isolated 
Staphylococcus aureus only. Despite appropriate 
antibiotics his condition deteriorated with worsening 
respiratory and renal failure. He died on the 24th day 
after admission. 
Post-mortem examination of the lungs revealed 
bilateral irregular upper lobe cavities of approximately 
5 cm diameter lined with a yellow membrane. The 
cavity on the right communicated with the pleural 
space, that on the left contained blood clot. Histologi- 
cal examination revealed necrosis with an acute 
inflammatory cell reaction around the cavities and 
a giant cell reaction. The adjacent alveolar spaces 
